Introduction
Prostaglandin (PG) F2u produced by the uterus is responsible for regression of corpora lutea in the guinea-pig and, therefore, the regulation of oestrous cycle duration (see Poyser, 1995) . It is clear that the endometrium in the uterus is the source of PGF2a (Butcher et al, 1962; Leaver and Seawright, 1982; Poyser, 1983a; Riley and Poyser, 1987a (Leaver and Poyser, 1981) . The endometrial cells were dissociated by the method of Stayaswaroop el al (1979) as modified by Charranadas et al (1986) . In summary, the pieces in 10 ml Nutrient Mixture F-10 Ham containing Hepes (20 mmol 1~) , 30% heat-treated new born calf serum, collagenase type 1 (2 mg ml-1), L-glutamine (10 mmol l-), amphotericin (2.5 µg ml-), penicillin (100 U ml" ) and streptomycin (100 µg ml-'). In Expts 1 to 3, the glandular epithelial cells and stromal cells were each resuspended in 30-40 ml Nutrient Mixture F-10 Ham containing Hepes (20 mmol 1_I), L-glutamine (10 mmol 1~'), amphotericin (2.5 µg ml-1), penicillin (100 U ml-1) and streptomycin (100 µg ml" '). Aliquots (2.5 (Rosenthal et al, 1989) , and the concentrations of the other compounds used increase or inhibit PG output from the guinea-pig superfused uterus or cultured endometrium (Poyser and Bryden, 1983; Poyser, 1987; Riley and Poyser, 1987b, 1989; Johnson and Poyser, 1991 
where, k¿ is the dissociation constant for the fura-2-Ca complex, and was assumed to be 225 nmol 1~at 37°C (Grynkiewicz et al, 1985; Buchan and Martin, 1991) (Table 3) . On stromal cells actinomycin D, cycloheximide and puro¬ mycin (10 and 50 µg ml~* ) significantly (P < 0.05) inhibited the outputs of PGF2u, PGE2 and 6-keto-PGFIa, except for cycloheximide (50 µg ml~) which had no effect on PGE2 output during all three culture periods. In addition, puromycin (10 µg ml~) and cycloheximide (10 µg ml~) had no effect on PGE2 output during the first and the last periods of culture, respectively. The degree of inhibition ranged from 10 to 89% (Table 3) . It has been proposed that, in the guinea-pig, oestradiol acting on a progesterone-primed endometrium stimulates the synthesis of proteins which, by some mechanism, increase the intracellular free calcium concentration and thereby activate PLA2 to release arachidonic acid from phospholipids for increased PGF2o synthesis after day 11 of the cycle (see Poyser, 1995) . Although oestradiol and progesterone when adminis¬ tered in vivo cause a selective increase in endometrial PGF2cl synthesis (Poyser, 1983a, b) , treatment with oestradiol or progesterone in vitro inhibits the outputs of PGF2u and PGE2 (but not of 6-keto-PGFlu) from guinea-pig endometrium in culture (Riley and Poyser, 1987b (Asselin et al, 1996) . On human endometrial epithelial cells, oestradiol treatment in vitro stimulates PGF2(1 output, and this increase is largely prevented by progesterone (Schatz et al, 1985) . These observations, taken together with the findings in the present study, show that there are differences among species regarding the effects of the ovarian steroid hormones in vitro on PG production by the endometrial cell types cultured in vitro.
The administration of actinomycin D into the uterus of sheep and guinea-pigs prevents luteal regression and prolongs the oestrous cycle (French and Casida, 1973; Poyser, 1979) . In guinea-pigs, this has been shown to be due to reduced PGF2lI output from the uterus (Poyser and Riley, 1987) . Actinomycin D (an inhibitor of DNA-dependent RNA synthesis), cyclo¬ heximide (which prevents the movement of ribosomes along mRNA) and puromycin (an inhibitor of polypeptide chain elongation) inhibit protein synthesis by and the outputs of PGF2a, PGE2 and 6-keto-PGFla from day 7 guinea-pig endometrium in culture (Riley and Poyser, 1987b (Poyser and Brydon, 1983; Poyser, 1984 (Lee and Silvia, 1994) . Melittin stimulated the outputs of PGF2u, PGE2 and 6-keto-PGF1(1 from glandular epithelial cells but had no effect on stromal cells. Thus the PG-releasing action of melittin is specific for the glandular epithelial cells.
Aristolochic acid is an inhibitor of PLA2 and so prevents the release of arachidonic acid from phospholipids (Rosenthal et al., 1989 
